Introduction
The eye is generally considered an immunologically privileged organ, and several mechanisms have been postulated to explain this phenomenon (Streilein et al., 2002; Caspi, 2006; Vallochi et al., 2007; Benhar et al., 2012) . These include sequestration of antigens behind the blood-retinal barrier; lack of lymphatic drainage; absence of professional antigen-presenting cells; and the existence of an inherently bestowed immune-suppressive environment through the production of cytokines like transforming growth factor-β (Cousins et al., 1991; Hamrah and Dana, 2007; Forrester and Xu, 2012) . Because of sequestration, ocular antigens are not expected to be recognized by the developing thymocytes, leading to their escape from central tolerance. However, this notion is increasingly being challenged, following demonstration of the expression of various retinal antigens, like interphotoreceptor retinoid-binding protein (IRBP), and soluble antigens within the thymus (Charukamnoetkanok et al., 1998; Takase et al., 2005) . Nonetheless, alterations in the amounts of protein expression can still affect thymic education of T cells, leading to their safe exit into the peripheral repertoires (Anderson et al., 2000; Klein et al., 2000) . In genetically susceptible individuals, such a pre-existing repertoire of self-reactive T cells can be activated to become pathogenic cells, as might occur in response to exposure to infectious agents. This phenomenon may involve a combination of mechanisms, such as bystander activation, release of cryptic epitopes, epitope spreading and molecular mimicry (Miller et al., 1997b; Oldstone, 2005; Fujinami et al., 2006) . Molecular mimicry is a natural phenomenon in which microbes carrying sequences identical to those found in self-antigens can lead to the generation of cross-reactive immune responses directed against both foreign and self-antigens (Fujinami and Oldstone, 1985; Fujinami et al., 2006) . Several experimental examples provide a proof-ofconcept that the microbial mimics can break self-tolerance and induce autoimmunity (Miller et al., 1997b; Oldstone, 2005; Fujinami et al., 2006) . Conversely, pathogens that primarily affect the target organs can lead to secondary generation of autoimmune responses by epitope spreading, as shown with Theiler's murine encephalomyelitis virusinduced demyelination model in SJL mice (Miller et al., 1997a; Olson et al., 2002) . However, when a disease process involves both molecular mimicry and epitope spreading, the former generally precedes the latter.
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